**Introduction:** A 52-year-old female presented with 3 months onset of painful swollen hands, wrists and ankles, fatigue and widespread arthralgia. She first presented at the age of 47 with arthralgia without any obvious cause or concurrent illness. After initial investigations by a local rheumatologist she was diagnosed as having osteoarthritis and was discharged. Over time, she noticed intermittent joint swelling mainly affecting her hands and early morning stiffness lasting up to an hour with the swelling tending to last about a week. Naproxen or tramadol on a prn basis did not alleviate her joint symptoms. Her activities of daily living were severely restricted further exacerbated by stiffness affecting her left hip. Previously, she was a professional ice skater, and up until 10 months ago she continued with the sport before having to give it up completely due to her symptoms. She also developed sciatica symptoms 10 months ago, in addition to her arthralgia for which she sought treatment from a chiropractor, which unfortunately provided no relief. In terms of a family history, both her mother and brother had osteoarthritis. However, she continues to live a healthy lifestyle doing much lighter exercise several times a week. In addition, she has two grown up children, she has never smoked and drinks about 4 to 8 units of alcohol per week. Examination of her joints showed obvious signs of Heberden's and Bouchard's nodes in several of her fingers, and bilateral subluxation of the CMC joints. She had tender and mildly swollen MCPs and wrist joints bilaterally. The left hip had reduced internal and external rotational movement with tenderness. In addition, both knees had crepitus on movement and she was found to have coincidental hypermobile joints affecting her elbows, shoulders, lower back and ankles with pes planus. An outpatient ultrasound scan (USS) of her hands and wrists showed presence of small osteophytes affecting her 2nd and 3rd MCP joints bilaterally with Grey scale 2+ and Doppler 2+ affecting those joints and both wrists, the USS confirmed evidence of active synovitis. X-rays of her hands showed reduced joint space in the 2nd and 3rd MCP bilaterally without osteophytes plus degenerative changes affecting her DIP and PIP joints. Feet X-ray showed degenerative changes in 1st MTP joints bilaterally, no chondrocalcinosis was seen in her hands, feet and knees x-rays. Her initial bloods including FBC, LFT and glucose were normal, and the inflammatory markers were normal. She was then given an intramuscular injection of 80mg Kenalog (triamcinolone acetonide) in clinic. Her rheumatoid factor and anti-CCP antibody were negative, but subsequent investigation showed her ferritin was elevated to 963.3 mcg/L (normal range 13-150) with raised iron 42.0umol/L (normal range 5.8-34.5) and raised transferrin saturation 79.2% (normal range 15-45). Ultrasound scan of her liver was normal. Subsequently, the genetic test revealed that she was homozygous for C282Y mutation confirming the diagnosis of hereditary haemochromatosis. At follow up review, the patient reported an improvement in her joint pain, swelling and stiffness of her hands. A repeat USS showed similar findings, but no Doppler signals were detected showing the absence of inflammation. Despite the improvement, she continued to report of mild ongoing intermittent swelling affecting her MCPs and wrists joints, colchicine was prescribed on a prn basis during those acute episodes. She is suspected to have pseudogout intermittently, but we were unable to obtain any synovial fluid to confirm the diagnosis. She has been referred to the local haematology unit and commenced on fortnightly phlebotomy treatment for her HH. After the treatment, she has been able to get back to regular ice skating.

**Case description:** This case highlights the importance of hereditary haemochromatosis closely mimicking rheumatoid arthritis. It also shows the importance of using musculoskeletal USS in routine daily practice with a high index of suspicion in diagnosing this condition early to prevent future complications. This patient was known to have osteoarthritis mainly affecting her hands, knees and left hip, presented with additional joint swelling affecting her hands and wrists, clinically it was difficult to differentiate it from rheumatoid arthritis. USS showed evidence of active synovitis, but this may have been due to inflammatory osteoarthritis or pseudogout; however, we did not manage to aspirate any synovial fluid from her joints to confirm diagnosis. Pseudogout is known to be associated with HH, but x-rays of her hands, feet and knees showed no evidence of chondrocalcinosis. Furthermore, the x-ray of her hands showed no evidence of the typical hooked osteophytes in her MCP 2 and 3, only mild reduction in joint space which can occur in rheumatoid arthritis. Overall, it is easy to see how in this case, the early diagnosis of HH can be overlooked and seronegative RA may be made. This patient did not have the typical presentations such as abnormal FBC, LFT or liver disease, diabetes, skin pigmentation, heart failure nor a family history. However, early diagnosis with early treatment will help to prevent these complications in both the patient and other affected family members. As such, it is imperative we aim for earlier diagnosis in cases such as these.

**Key learning points:** Hereditary haemochromatosis can present with joint symptoms closely mimicking the features of early rheumatoid arthritis. The key to diagnosis in this case was the use of USS and high index of suspicion. The key take home message would be that early diagnosis of hereditary haemochromatosis and early treatment can prevent multiple complications associated with this condition.
